SUMMARY A 24 year old female presented with signs and symptoms of postganglionic cholinergic autonomic dysfunction manifested by impaired lachrymation and salivation, mydriasis of the pupil, decreased gastrointestinal motility, atony of the bladder, and sweating and taste disturbance. Clinical and pharmacological studies confirmed that the abnormalities were restricted mainly to the postganglionic cholinergic autonomic systems. The titre of serum complement was low, antinuclear antibodies revealed a diffuse pattern, and anti SS-A antibody was positive, suggesting that this disorder was caused by an immune mechanism.
Since Young et al first described the acute onset of dysfunction of the peripheral autonomic nervous system without other neurological manifestations in 1969, more than 20 cases have been reported.2-9 The disorder is characterised by symptoms suggesting disturbances in sympathetic and parasympathetic function, which come on abruptly and tend to resolve after a variable period of time. Although the pathogenesis of this disorder is still unknown, in some reports this disorder is considered to be an immune disorder.2 3 10 In this patient, we further examined for Sjogren's syndrome because of sicca syndrome, positive anti SS-A antibody, and low titre of serum complement, but clinical and pharmacological autonomic function studies indicated the diagosis of "postganglionic cholinergic dysautonomia". This may also be a case of an immune disorder.
Case report A 24 year old female was admitted with a history of blurring of vision for near objects 3 months previously although distal visual acuity remained normal. At that time, she developed nausea, vomiting, fever of 380C with dryness of the eyes and mouth, and difficulty in urination. Although the fever subsided after a few days, other symptoms continued. She was treated for a common cold, but she did not get well. 9 The prominent feature of this case was the parasympathetic failure that was reflected in impaired lachrymation and salivation, loss of pupillary constriction, decreased gastrointestinal motility, and atony of the bladder. Pharmacological testing demonstrated supersensitivity of the pupils to pilocarpine. Sweating was markedly diminished in response to body heating. The sweat glands, though innervated by the sympathetic nervous, are cholinergic. The coefficient of variation of the R-R interval in the ECG showed that the cholinergic autonomic system of the heart was normal, and the pupillary responses and vascular reflexes showed that the adrenergic autonomic systems were almost normal. Judging from the results of urinary flow measurements and cystometry, the atony of the bladder was produced by the adrenergic system, but may be due to supranuclear damage as indicated by the high urethral pressure in the urethral pressure profile. Several disorders affecting the peripheral nervous roots cause autonomic dysfunction. These include, among others, diabetes mellitus, amyloidosis, and tabes dorsalis, all of which have been excluded in this case by the clinical history and laboratory data. Therefore, this is a case of "cholinergic autonomic dysfunction" in pure dysautonomia.
The patient was treated by the administration of prednisolone (20 mg/day). Although the effect of prednisolone was not clear, eventually she 
